Introduction
Takayasu's syndrome or pulseless disease is also known as branchial arteritis (Koszewski and Hubbard, 1957) , brachiocephalic arteritis (Gibbons and King, 1957) , the aortic arch syndrome (Ross and McKusick, 1953) , arteritis of the aorta and great vessels (Schrire and Asherson, 1964) , and may have several causes. However, in most cases the cause is unknown. The protean nature of the disease, the raised gammaglobulin, the high erythrocyte sedimentation rate, and the occurrence of "rheumatic " manifestations either preceding or accompanying the arteritic phase led Hirsch et al. (1964) and Strachan (1964) to suggest that the tissue damage might be due in part to an autoimmune process.
We have investigated sera from eight of the patients reported in our previous series (Schrire and Asherson, 1964) with a control group of patients with functional disorders matched for age, sex, and ethnic group. They did not, however, show a raised incidence of autoantibodies of the organspecific kind found in the Hashimoto thyroiditis group of diseases or of the non-organ-specific kind found in systemic lupus erythematosus. No antibodies against aorta were found by complement fixation, gel precipitation, or inmunofluorescence. This is in keeping with the negative findings of Hirsch et al. (1964 ), Strachan (1964 , and Paloheimo et al. (1966 ). However, Ito (1966 in Japan found complementfixing autoantibodies in 12 out of 14 patients, and Maekawa and Ishikawa (1966) found antibodies against the outer layers of the aorta and pulmonary artery by tanned cell haemnagglutination. The indirect antiglobulin consumption test was also positive. The reason for the difference between the Japanese and other series is unknown. The finding of a raised level of immunoglobulin is in keeping with the observations of Ikeda (1966) and Sano and Aiba (1966) . The former authors also found a raised level of alphaglobulins. The raised level of immunoglobulin suggests that these patients are exposed to antigenic stimuli which occur to a lesser extent or not at all in the control subjects. There are four main possibilities: (l) the disease may be due to an infection by a parasite or a micro-organism; (2) the disease may be due to an autoimune process; (3) the disease may be due to antibody antigen complexes which selectively damage the aorta because of some other (unknown) agent which also acts on the aorta; (4) the raised level of immunoglobulin may be due to an immune response to damage to the aorta and may throw no light on the cause of the damage.
